control the bleeding with cautery, sponge packs and BIPP (bismuth iodoform paraffin paste) impregnated gauze had been unsuccessful. Haemostasis was eventually secured with bilateral postnasal space balloons and anterior BIPP gauze packing. There was a history of hypertension, well controlled with nifedipine and lisinopril. During the admission the patient volunteered that, in the hours before his first nose-bleed, he had been engaging in energetic sexual activity. To enhance his sexual performance he had taken 50 mg sildenafil. Over the subsequent few days he had had several short but heavy epistaxes, and on the day of admission bleeding had continued for 6 hours without stopping. With packing and bed rest the bleeding gradually settled and he was discharged after six days.
Case 2
A man in his early 70s was admitted from the emergency department after 5 hours of epistaxis. He had taken sildenafil to enhance his sexual performance in the morning before his epistaxis. Haemostasis was secured with bilateral BIPP packing. This was his first nose-bleed requiring medical attention. His history included hypertension well controlled with amlodipine. The pack was removed after two days and he was discharged home with no further epistaxis.
COMMENT
Severe epistaxis particularly affects the elderly, people with hypertension or clotting disorders and those taking medications such as aspirin or warfarin 1 . Venous engorgement is believed to be a causal factor 2 . The turbinates of the nose contain erectile tissue 3 and nasal stuffiness during sexual activity is a well known phenomenon ('honeymoon rhinitis') 4 . Nasal stuffiness is also listed as a side-effect of sildenafil 5 . In the two patients here we surmise that venous engorgement due to sildenafil was a factor in the severe epistaxes after sexual activity. This phenomenon does not seem to have been reported elsewhere. There has been no obvious increase in epistaxis since the introduction of sildenafil; this effect, however, might be under-reported because of the disinclination of most patients to discuss sexual matters in public, especially those relating to sexual dysfunction. In Creutzfeldt-Jakob disease (CJD) routine biochemical tests are usually within normal limits. A few patients have had slight increases in liver enzymes and bilirubin, or persistent hypercalcaemia 1 . Hypokalaemia does not seem to have been reported.
Profound hypokalaemia in a patient with Creutzfeldt-Jakob disease

CASE HISTORY
A man aged 79 was admitted after four weeks of progressive unsteadiness and intermittent diplopia. His only medication was nifedipine for hypertension. He was fully oriented and coherent, and examination of the nervous system revealed only mild incoordination of the left arm and hyporeflexia. Sensation was normal, there was no wasting, and fasciculation and myoclonus were absent. All haematological and biochemical tests were normal apart from a slightly depressed potassium (3.4 mmol/L). Subsequent examination of case notes indicated a similar plasma potassium a year previously, when the patient had a knee replacement. A brain MRI scan showed only age-related ischaemic changes.
Within two weeks from admission the patient became grossly ataxic and was intermittently confused; myoclonic jerks were observed. A neurologist raised the possibility of CJD and he was transferred to the regional neurology centre for the appropriate tests. The electroencephalogram was not typical of CJD, but cerebrospinal fluid was positive for the brain specific protein 14-3-3; also, S100b was high at 2.99 ng/mL (normal 50.38). Autoantibody screening, including ganglioside and cerebellum antibodies (Purkinje and neuronal), was negative. Genetic testing showed the patient to be valine homozygous at codon 129 of the prion protein gene with no apparent mutations; this rules out familial CJD.
The patient deteriorated to frank dementia and akinetic mutism within two months. Apart from the neurological deterioration, a striking feature was of progressive hypokalaemia, with potassium as low as 2.2 mmol/L despite oral supplements. This refractory hypokalaemia was complicated by several episodes of bowel pseudo-obstruction and of supraventricular tachycardia. There was no apparent cause such as intercurrent illness, drug therapy, vomiting or diarrhoea. Renal function, plasma sodium and plasma cortisol were all within normal limits, as was 24 h potassium excretion (64 mmol/L at a time when plasma sodium was 2.8 mmol/L). Aldosterone and renin studies were not performed. The patient died after three months and necropsy was not done.
COMMENT
This patient had features compatible with sporadic CJD (Box 1). The progressive worsening of hypokalaemia that accompanied his neurological deterioration raised the question whether CJD can affect potassium metabolism. This hypothesis is somewhat weakened by the presence of mild hypokalaemia a year before onset of symptoms. Clinically, the hypokalaemia and its effects were very hard to manage. The possible association with CJD deserves further exploration. After acute airway obstruction by a foreign body, removal of the offending object generally leads to swift recovery. A rare complication is negative-pressure pulmonary oedema.
Pulmonary oedema induced by a piece of chicken
CASE HISTORY
A previously healthy man aged 47 choked while eating a piece of boneless chicken breast, and a Heimlich manoeuvre was immediately performed. The apparent airway obstruction was improved but he continued to cough vigorously, producing blood-stained frothy sputum. He also reported increasing dyspnoea and retrosternal pain. On admission to hospital three hours after the incident the patient was still coughing and pulse oximetry showed an oxygen saturation of 92% on room air. On examination the trachea was central; percussion of the chest was dull over the right base and midzone with poor air entry and coarse crackles. No radio-opaque foreign body was visible on chest radiography but there was haziness in all lung fields except for the right middle lobe.
Acute airway obstruction by a foreign body was diagnosed and the patient underwent urgent bronchoscopy and rigid endoscopic assessment of the bronchial tree. No foreign body was found, but copious frothy bloody secretions were suctioned from both main bronchi. Despite the appearance of the chest X-ray, the area of the right middle lobe bronchus was endoscopically no different from the remainder of the tracheo-bronchial tree. A rigid oesophagoscopy was also performed, but again no foreign body was retrieved. Oxygen saturation remained around 90% throughout this procedure despite administration of 100% oxygen. When extubation was attempted the patient became restless and was unable to maintain oxygenation. He was reintubated and transferred to the intensive care unit for ventilation. Treatment with intravenous metronidazole and cefuroxime was started.
A CT scan of the chest did not reveal any focal lesion but over the next few days oxygenation became increasingly difficult to maintain. The patient had to be ventilated with 
